, and low (C) < 60 ng/m 3 ). The incidence of lung cancer is strongly correlated with the BaP exposure levels.
within the MUC16 gene were identified in the 12 samples of lung cancer from patients residing in air-polluted regions (Xuanwei and Fuyuan). (B) Relationships between the types of MUC16 gene mutations and MUC16 mRNA expression. Note: the mutation rate of the intron was statistically different between the MUC16 mRNA up-regulated group and the MUC16 mRNA unchanged/down-regulated group. (C) Relationships between the types of MUC16 gene mutations and the degree of air pollution. Note: the mutation rate of the intron was correlated with a high degree of air pollution. Air pollution level A: heavily polluted region; Air pollution level B: moderately polluted region; Air pollution level C: less polluted region. (Fisher's exact test, * p < 0.05).
Supplementary Figure 3:
Azacitidine and paclitaxel reactivity in cultured cells after MUC16 gene editing. Parent cells, transfected cells, and cisplatin-resistant cell populations were incubated with different concentrations of azacitidine and paclitaxel, and then cell viability was determined. The cell-survival curves demonstrate no significant changes in the resistance to azacitidine and paclitaxel in the cultured cells after treatment compared to that of their respective parent cells. Note: the cisplatin-resistant cell populations were also sensitive to azacitidine and paclitaxel. Parent: parent cells (wild types); S1, S2-1, and S5-1: mutation systems used in this study; Trans: transfection alone; Short Cis: transfection plus short-term cisplatin treatment; Long Cis: transfection plus long-term cisplatin treatment. PAM sequences are labeled in red. The oligomers were designed by using single cuts at specific sites spanning the mutation site if there are no reported any nonspecific matching. If nonspecific matching was reported, double cuts were made to obtain more precise specific mutations.
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